A case of a middle aged woman with weight loss, ascites, and a pleural effusion is presented where a clinical diagnosis of ovarian cancer was made. Her CA 125 was greatly increased at 873 IU/ml and the ascites was a lymphocytic exudate but cytology failed to show malignant cells. Operative biopsy showed numerous noncaseating granulomas in the omentum but no mycobacterial organisms were seen. Empiric antituberculous treatment was started before positive culture results were received and when treatment had ended both the ascites and pleural effusion had resolved and the CA 125 had fallen to 7 IU/ml. Review of published works showed several other examples of tuberculous peritionitis associated with increased CA 125 and the possible cause of raised CA 125 in this condition is discussed. (Gut 1995; 36: 303-305) 
Case report A 55 year old Indian woman presented with a two month history of abdominal distension, shortness of breath, and right sided chest pain. She was anorexic and had noticed a 10 kg loss of weight. On 7 ,ug/l (N<10), CA 19/9 13 U/ml (N<30), CA 125 873 U/ml (N<35).
As a result of the extremely high concentration of CA 125 a diagnostic laparotomy was performed with the expectation of finding ovarian cancer. The omentum was adherent to the anterior abdominal wall and the peritoneal surfaces were covered with fine 'deposits'. The ovaries were normal and there were no palpable masses in the large or small bowel.
The pancreas was normal. The caecum was thickened. An omental biopsy was taken for histological examination and culture. Macroscopically the specimen was mainly composed of fatty tissue ( Figure) . The cut surface was lobulated and covered by fine white deposits.
On microscopy numerous non-caseating granulomas with Langhans' giant cells were seen but no acid fast bacilli were identified. The appearances were suggestive of tuberculosis with the lesser possibility of sarcoidosis. Repeat pleural tap and pleural biopsy were not diagnostic.
At this stage we decided to treat empirically for tuberculosis and triple therapy was started with rifampicin, isoniazid (with pyridoxine), and pyrazinamide. Shortly after discharge mycobacterium tuberculosis was cultured from pleural fluid but not from ascites. Eight weeks after treatment had begun the ascites and pleural effusion had resolved. 16 We could find no evidence of CA 125
immunocytochemically in either the granulomas from the biopsy material or in cytospin preparations of pleural and ascitic fluid with good positive controls in both cases. Therefore we cannot confirm previous findings in this regard and the source of the CA 125 in this case remains to be found. The serum CA 125 concentration, however, did return to normal after antituberculous treatment. This case highlights the difficulty of diagnosing abdominal tuberculosis in some instances. The onset is usually insidious although presentation as an acute abdomen has been described. '7 The commonest symptoms are abdominal swelling, weight loss, and abdominal pain. Acid fast bacilli are rarely detected, though Singh et al reported 83% success when large volumes of ascitic fluid were cultured.'8 Chest x ray is abnormal in only 40-50°/ of cases. Mantoux testing is positive in 70% of patients. Adenosine deaminase is reported to be a useful marker for both peritoneal and pleural tuberculosis.'9 20 Definitive diagnosis still depends on finding caseating granulomas on biopsy. Laparoscopy seems to be the most effective way to obtain a diagnosis.21 In our case the operative findings were consistent with tuberculosis but the biopsy showed non-caseating granulomas. This report shows that very high concentrations of CA 125 can occur in conditions other than carcinoma of the ovary and that tuberculosis needs to be considered in the differential diagnosis of ascites with raised tumour markers. This is especially important as tuberculosis is a curable disease, which is becoming increasingly common and more resistant to treatment.22
